etralogy of Fallot (TOF) constitutes approximately 7-10% of congenital heart diseases (CHDs) and is the most common cyanotic CHD with 0.23-0.63 cases per 1,000 births. Thanks to advanced surgical procedures, lifetime is increased in these patients, but they are at greater risk for coronary artery disease as they get older. There are only a few TOF patients with acute myocardial infarction (MI) in the literature. We aimed to share a case with corrected TOF and normal coronary arteries who also had acute inferior MI.
CASE REPORT
A 59-year-old male who had surgically corrected TOF at the age of 22 and secondary polycythemia with no cardiovascular risk factors was admitted to hospital with squeezing chest pain lasting for 2 hours. His electrocardiogram (ECG) showed persistent ST-segment elevation in inferior leads and reciprocal ST depression in D1, aVL and anterior leads ( Figure 1 echocardiogram showed no abnormality other than typical postsurgical TOF appearance and akinesia of inferior and posterior walls. His right ventricular function was mildly depressed, and there was only mild pulmonary regurgitation. He was diagnosed as acute inferoposterior MI according to universal definition of MI guidelines. 1 He was quickly transferred to catheterization laboratory, and coronary angiography was performed immediately. His right and left coronary arteries were completely patent, and there was no thrombus formation (Figures 2a, Figure 2b ). His control troponin level was extremely high (>27 000), and there was no other factor to cause troponin level elevation or acute ischemic changes in ECG such as pulmonary thromboembolism or acute ischemic cerebrovascular event. He was discharged from the hospital and followed-up uneventfully for 1 month with dual antiplatelet therapy (DAPT) and optimal medical treatment. Informed consent was obtained from the patient. 2
DISCUSSION
Tetralogy of Fallot is a cyanotic CHD characterized by outlet ventricular septal defect (VSD), overriding of the aorta (>%50), obstruction to right ventricular (RV) outflow and RV hypertrophy. Survival to adult life is rare without palliation and correction. 3 6 tient with pink Fallot and multivessel CAD. 7 Although atherosclerosis is still the leading cause of coronary obstruction in the normal population, thromboembolism, erythrocytosis, anomalous coronary anatomy and hyperviscosity syndrome may play a role in acute MI in TOF patients. Besides, coronary vasospasm, coronary thrombosis and emboli, cocaine abuse, aortic dissection and carbon monoxide poisoning may cause acute MI in patients with normal coronary arteries. Myocardial infarction with nonobstructive coronary arteries (MINOCA) is clinically defined by the presence of the universal acute myocardial infarction (AMI) criteria, absence of obstructive coronary artery disease (≥50% stenosis) and no overt cause for clinical presentation at angiography (e.g., classic features for takotsubo cardiomyopathy) ( Figure 3 ). 8 Differently from the causes, above the coronary vessels of our patient were patent, and no other etiology to cause acute MI was found in detailed evaluation and examination, though, we have not further utilized comprehensive modes of coronary imaging such as coronary angiography via tomography, intravascular ultrasonography etc. Within our knowl-edge, this is the first case in our country where acute inferior MI occurred in a TOF patient with normal coronary arteries. 
